Reported cases of cytomegalic inclusion disease in which the diagnosis was made during life are uncommon. I have been able to trace reports of only four cases in which subsequent development has been normal or near normal (Gallager, 1952; Birdsong, Smith, Mitchell, and Corey, 1956; McElfresh and Arey, 1957) .
It now seems established that the characteristic cells associated with the disease and first described in 1904 by Ribbert (Seifert and Oehme, 1958) are the result of infection by the salivary gland virus, so named because of the frequency of its finding in human salivary tissue. Similar cellular changes have been noted in the salivary glands of laboratory and other animals and a possible spontaneous disseminated form of the disease has been reported in guinea-pigs (Pappenheimer and Slanetz, 1942) . The viruses producing these changes seem to be strictly species specific, and it was not until 1956 that Smith and also Weller, Macauley, Craig, and (Goodpasture and Talbot, 1921; Medearis, 1957; Seifert and Oehme, 1958) . Most reported cases have been in young infants, but there are also reports of older children (Campbell, Guy, and Grey Walter, 1952) and adults (Wyatt, Simon, Trumbull, and Evans, 1953) (Farber and Wolbach, 1932; McCordock and Smith, 1934; Bodian, 1953) . The present figure at this hospital is of the order of 5% (Bodian, 1959) . It may be inferred from this that the virus can lead an apparently harmless existence in salivary tissue, and disseminates only under certain circumstances yet to be defined but one of which appears to be the immature state of the foetus and newborn.
The most clear-cut clinical picture of the disease is that occurring in the newborn and characterized by some or all of the following features: prematurity, early jaundice, petechiae and other evidence of a bleeding diathesis, hepatosplenomegaly, respiratory distress, opisthotonos, fits, choroiditis, anaemia, and thrombocytopenia with a normal or raised white count. There may be radiological evidence of intracranial calcification (Margileth, 1955; McElfresh and Arey, 1957; Medearis, 1957 (Marie, See, Gruiner, Hebert, Gennes, and Fouquet, 1957) . There is no doubt that some infants who have had the generalized form of the disease are left severely mentally retarded. Diagnosis of the generalized or disseminated form of the disease in life rests on finding the cytomegalic inclusion cells in the urine and possibly the detection of virus antibody in serum, although no reports have appeared of diagnosis based on the latter criterion. It would be unreliable if, as seems possible, infection is widespread without being clinically manifest. Liver biopsy has been used as a diagnostic aid but carries obvious hazards in such cases (Manciaux, Rauber, Gentin, Gilgenkrantz, and Guerci, 1959) .
Cortisone and gamma globulin have been advocated in the treatment of the neonatal form of the disease (Birdsong et al., 1956) There were several possible causes for deterioration in her condition. She may have had a staphylococcal infection of the remaining left lung although there was no clinical or radiological evidence. She had a urinary infection and also a low haemoglobin and plasma proteins. It was difficult to be sure whether or not she was also in cardiac failure. It seemed possible that cytomegalic inclusion disease had become generalized. It was not possible accurately to deduce the mechanism of the anaemia, but haemolysis probably played thc main part although clinical jaundice did not appear. This view is supported by the fact that one month after all infection had been controlled the haemoglobin had again fallen by more than 1% per day in the presence of reticulocyte counts of 4% to 6%.
Cytomegalic cells were not found in the urine, but unfortunately they were searched for on only one occasion.
She was treated with digoxin, gantrisin, penicillin, and small transfusions of packed red cells. She was also given two injections of y globulin. Cortisone was considered but rejected as severe haemolysis was not a feature, nor did there appear to be any bleeding tendency.
She gradually recovered, but the liver and spleen remained enlarged for some weeks. She was discharged home at the age of 3 months weighing 8 lb. 12 oz. At this time the liver remained palpable 1l in. and the spleen j in. below the costal margins. Haemoglobin was 750, a chest radiograph normal, and plasma proteins 6.4 g.%. Since then she has been seen on several occasions and was readmitted with another urinary infection which responded to streptomycin. An intravenous pyelogram at the time was normal. Now, at the age of 19 months, she appears to be a normal infant both mentally and physically. The liver and spleen are no longer palpable.
DISCUSSION
This infant nearly died from the effects of staphylococcal pneumonia which caused a tension cyst in the left lower lobe. Histology of the resected lobe unexpectedly revealed cytomegalic inclusion cells. The virus infection was either acquired after birth or by placental transmission. If the latter, then the inference would be that the infection was latent and only manifested itself in the presence of a severe bacterial infection. It is postulated that post-operatively she developed generalized cytomegalic inclusion disease. It can be argued that there are other explanations of the sequence of events. However, the persistence of haemolysis and hepatosplenomegaly for weeks after recovery from bacterial infection in an otherwise thriving infant coincides with clinical reports of cases of the generalized disease in young infants.
The characteristic cells were not found in one urine specimen, but this may be a transient phenomenon. 
